Escherichia coli can cause diarrheal disease by a variety of mechanisms. Some strains (enteroadherent E. coli) are better able than others to adhere to target tissues, some (enteroinvasive E. coli) are capable of invasion, and some (enterotoxigenic E. coli) produce one or more toxins (5, 15, (19) (20) (21) . The toxigenic E. coli can be further divided into strains that produce choleralike, heat-labile enterotoxins (LTs), those that produce heat-stable toxins, and those that produce shigellalike toxins associated with hemorrhagic colitis and hemolytic-uremic syndrome (enterohemorrhagic E. coli) (6, 7, 13, 17, 18, 22) .
Strains of E. coli that produce LT have been classically linked to choleralike syndromes and traveller's diarrhea because of the similarities in immunochemical properties and mechanisms of action of LT and cholera toxin (CT) (4, 6) . Both toxins bind to specific GM1 ganglioside receptors in target cell membranes, via similar B subunits, and activate adenylate cyclase via their A subunits, enzymatically ADP- ribosylating the Gs component of adenylate cyclase (4, 9, 16) . In recent years, a second class of E. coli LTs (LTII) that also activate adenylate cyclase has been discovered, and these toxins have been further subdivided into LTIIa and LTIIb on the basis of immunochemical differences (8, 10, 11, 14) . In contrast to classical LT (LTI), which binds with greatest specificity to GM1 ganglioside, LTIIa binds best to GDlb ganglioside and LTIIb binds best to GDla ganglioside (8) .
While [2] .) The cells were resuspended at 105/ml for use in the toxin-binding assay.
Binding assay. The toxins were iodinated, as previously described, to a specific activity of 15 to 30 ,uCi/,g (3). To assess toxin binding, 5 ng of 125I-labelled toxin (-100,000 dpm) was incubated with 105 cells in F10 medium in a total volume of 1.0 ml under steady-state conditions (37°C for 30 to 45 min) in the presence or absence of unlabelled toxin or potential inhibitor (3). After incubation, the mixture was poured over EHW filters (Millipore, Bedford, Mass.), the filters were washed with cold PBS, and the number of filter-bound counts was determined with a Beckman 4000 gamma counter (Beckman Instruments, Palo Alto, Calif.) with a counting efficiency of 75%. Corrections were made for nonspecific binding (binding in the presence of excess unlabelled toxin), and the results were analyzed in terms of total bound counts (BT) and specific bound counts (Bsp) (3) .
Statistical analyses employed the Student t test.
RESULTS
Specific binding of LTII toxins. As with radioiodinated CT and LTI toxins (3), radioiodinated LTIIa and LTIIb retained virtually all (>90%) of their activities (i.e., cell rounding) on 
